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Figure 1l Rates for the non-linear age model.^l- 
culated in the same way as ini figure 3 of Osmond 
Gardner (2). N 


models only “work*' as a result of aggregation and 
making assumptions of constancy of effect within an 
inter\ali 

At present,, we see two avenues for investigatory^ 
who wish to try- to estimate the separate linear effeyf 
of age. period, and cohort: D'use a two+way table ^d 
impose a linear constraint, ignoring the overlaying 
of cohons; and 2) use the individual I records aiyoaoh, 
w hich I does not have the problem of overlaoping co¬ 
horts. This approach will require a coryrtion for 
potential bias brought about by the awn met ry in 
forcing the continuous data into a tlyw-way table. 
Brown and Conelly <p>ersonal commyication, 19S8) 
have informed us of some very intysting work they 
are doing in this area. 

Finally, in our published ejyiplt on.the use of 
individual I records ini the anaiys of lung cancer and 
laryngeal cancer incidence iyocotland (3), the cohort 
effect is approximately q^yratic and the time effect 
small but non-linear. Su^ effects cannot be induced 
by assuming a monotonit increasing age effect alone. 
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RE: -EFFECTS OF PASSIVE SMOKING IN THE MULTIPLE RISK FACTOR 
INTERVENTION TRIAL’ 




Some of the health effects of passive smoking may 
be small] and are best investigated in large cohort 
studies of persons exposed over a long period] It is 
unfortunate that the analysis by Svendsen et all lD of 
the unique dau gathered in the course of the Multiple 
Risk Factor Intervention Triall (MRFIT) study is 
flawed, and may introduce confusion about the role of 
passive smoking as a risk factor in cardiovascular 
disease, and does not allbw the investigators to fully 
explore the pountial of passive smoking as a risk 
factor in other conditions. 

The Svendsen paper repeatedly tests the statistical 
significance of the difference between the same pro- 
portion(S), For example, table 7 shows that of the 
11,400 never smokers, 13 men died from coronary heart 


disease and 30 from any cause, and that there were 69 
faul or nonfatal coronary heart disease events. Each 
group is examined for significant difference in propor¬ 
tions according to the wife's smoking status as if it 
were independent of the two other groups: in fact; the 
coronary heart disease death group is a subset of the 
two other groups, and its contribution to the calcula¬ 
tion of relative risk is thus uken into account three 
times in this table. The correct analysis would have 
compared “death from other causes'* and^ “nonfatali 
coronary heart disease events" with'“death from cor¬ 
onary heart disease". 

The misuse of sutistics is compounded in table 9, 
when the 2.222 ex-smokers are added to the 1,400 
never smokers Uhis is my assumption: no n s are 
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^ven). In this analysis, the 13 coronan* bean disease 
deaihs in the never smokers are again included and 
the proportions to which they contribute are tested 
for statistical signifioance three more times The ap‘ 
propnate analysis would have examined only the 2>222 
ex 'Smokers in the same terms, as suggested for 
table 7. 

The reader who is interested in outcomes other 
than coronary' bean disease death is forced to use 
guesswork to subtract this effect from the other data 
in the tables. For example, even though we are not 
told the numbers of men in table 9, the much lower p 
value for ‘‘death from any cause" than in table 7 
suggests that this difference is due to the contribution 
of the ex-smokers. Had these been analyzed sepa¬ 
rately, the difference in risk of “death from any cause" 
between the exposed and' nonexposed ex-smokers 
would probably have been even more m8rked^ThiE 
would have suggested that the men who stopped smok¬ 
ing were especially susceptible to second-hand tobacco 
smoke. A presentation of the data that did not lump 


and overlkp the subsets of interest would Have made 
such speculation unneccssar>'. 

The study by Svendsen et all is presented as an 
exploration without hypothesis. This “blurred" analy- 
sis could'have been avoided if this repon had set oui 
to invesiigau an explicit Hypothesis that specified the 
target group and the expected endpoint. Paradoxically, 
focussing in on a specific research question and follow¬ 
ing the method appropriate to address that question 
often allows the researchers to isolate and investigate 
secondary or unexpected results more accurately. 
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Sven^n et ali (It tnalvTC dsu from the Multiple 
Risk Facibr Intervention Trial (MRFlTl study and 
report the relative risks of various endpoint events for 
men who neve^tooked in relation to spousal smoking. 
They assert thaiNheir data provide “harther evidence 
of a potential serio^health risk for a large segment 
of the nonsmoking po^iation" (1, p. 792) This con¬ 
clusion does not appearSto be supported by the dau 
presented. 

For morbidity and roortaliVv, the relative risks are 
not statistically significant, exc^ for the “all deaths" 
category’ for the group combiningN^ver smoked" and 
“ex*smoker" males. Since the relatiW risk for “coro- 
naiy' heart disease deaths" was not si^ficantly ele¬ 
vated for that group, the increased relaltye risk for 
•all deaths" requires some explanation befoHthe sta¬ 
tistics can be assumed to indicate a meanii^ul in 
crease in health risk related to spousal smoking 

While the statistics alone raise serious doubt abdl 
the conclusion of increased health risk for nonsmokers^ 
exposed to environmental tobacco smoke based on 
spousal smoking, questions also need to be raised 
about the quality of the evidence on which the assess¬ 
ments are based, noubly the nonhomogeneiiy between 
the groups based on spousal smoking classification. 

The lack of homogeneity was implicit when adjust¬ 
ments were mad^ for differences in some coronary 
heart disease risk factors, e.g., age, weight, blood pres¬ 
sure, and alcohol consumption, but there is no indi¬ 
cation that the adjustment included consideration of 
the additive effect of multiple risk factors, as has beeni 
demonstrated in numerous other studies, notably the 
Framingham Heart Study. There is no indication that 
other coronary heart disease risk factors, e.g.. family 
history and exercise, were considered or adjusted fon 
Differences in forced expiratory volume in one second 
(FEV,):among the groups were also cited. The numer¬ 
ous confounding coronary heart disease risk factors 


should not be disregarded, nor can siaiistical adjust¬ 
ments be made to eliminate their possible roles. Thus, 
while the MRFIT study was well designed to assess 
the effect of various iniervemions according to se¬ 
lected risk factors, it does not appear to have been 
designed to assess the environmental tobacco smoke 
exposure as a coronary heart disease risk factor. 

Svendsen I eii al,. observe that men whose w-ives 
smoked had “significantly low-er levels of pulmonaiy 
function at baseline" (1, p 78S) The authors fail., 
however^ 10 note and to interpret' the dais in iable 6. 
which shows FEV, levels for men whose wives smoked 
20*r cigarettes/day were markedly hipher than those 
of men whose wives smoked l-lB cigareites/day. both 
at baseline and!averaged over all visits With such a 
notable reversal'of the dose-response relation, which 
must be demonstrated if causal inferences are to be 
supported, there seems to be little basis for suggestinpi 
the possibility of any relation between' pulmonar. 
function and spousal smoking from this study. 

The weakness of the evidence thu.t raises imponam 
qi>«tions about the conclusion that "passive smoking 
is associated with an increase in morbidity and mor¬ 
tality among nonsmokers" (I, p. 791). There is cer¬ 
tainly i«v convincing demonstration that spoui^al 
smoking constitutes a “potential serious health risk" 
for any segmeh^ of the nonsmoking population. 
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